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Abstract

Vascular dementia is one of the main types of dementia. Recent studies have shown that neuroin-
flammation mainly acts on the brain after long-term ischemia and hypoxia, resulting in secondary
nerve damage. Inflammatory cells and inflammatory factors are involved in the pathological
damage of nerves and blood vessels, but the mechanism is still unclear. This article reviews the in-
flammatory factors involved in the occurrence and development of VaD in the neuroinflammatory
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response, and provides new ideas for the research on the neuroinflammation mechanism and clini-
cal treatment of VaD.
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1. 3l

145 PR R (Vascular dementia, VaD) /& HH— Z A MU R 28 (HH I BRI, DS P R 4 P8 o 100 A0 550
FEUN AT 51 L B LA KN D BE B AG A REAE BRI R £R A I o A2 RRE R 5 i D], FURRAIE R AR 3T
ERER . BER AR, WA VERMEMLE . MR E 0B R fR R R A, 1S
IAEE JERE 1 W FH R T2 PR R 4 R A 20 4 R 47 £ 110 Sl o 2 i o 3 2 S S8 L 859 03 R A R D R P i
R R e R, BaCiR 5 5214 (pattern recognition receptors, PRR). Toll ££524k 4 (Toll-like
receptor-4, TLR4) K AH G 78 AEA L) 38 b e R A0 MGk« {2 28 1k 4R A AR IR SEIR 7 o (TNF-a) 38
AR IR L/ e B Ve o SONEAAR 1) 22 A5 ME AN 22 07 [T A 48 S B A BLAE gk — A0 B S 1 4 S AR 2 4 0 5
%, SEUNEHSHRG A Z 1], R RS (central nervous system, CNS) 4 28 98 JiE & 4 28 50 %
PP E SRS, A SRRUEY], 7E VaD KR, W ZGEEA R MR ph 2 25E, I HLIIE
R JRE T AR INE T RE R . XRHME AWML VaD IR R [2]. #HE RAE &M EH LN
— PRI SRR S ISR, FH AR R G5 IR 25 Tl e 2 J 5 240 B AN 471 J 5 4 i G () A A R

2. PIRGEEAM

X2 2 48 (CNS) | T IfiLfi% 7 % (Blood brain barrier, BBB) I A77E AN R 32 S 41 it (Antigen present-
ing cells, APC)I{IEk =, iR A A RAEFRAIRAS N Z S e WA MR AL, 385 RN S B S iR A 3]
XA R G B P AR KRR B AR T 58 RO 1 P . B EMJLHER, B2 Mk #
B, TPARRILS RS KIR G TE RGN e — RV RGP R AR RIS R 22 —[4]. /NIRRA
AT R JC I 240 M AR AT 22 R G [l A (R B e 2, 54 28 ORE 2 DIAR G

2.1, INBRBR4HRR

N4 (microglia, MG) & FPAXFRZE F G0 1Y ELEAA I, o5 4 0T 16%, & Pl fiZe R ST 5
—IERIE, WYERF XA RGN MR R RS HEE A NI R A B R E R T R
MRS, WHMAERTRIEN . RRMEITiim. R, 39012, A RIRBANIL AL MR
S RE[S]. AEMERRIEOL T, AN B A AL T SRS, e mRIIRE, (HAA —E A IRAIT R 8 J1[6].
/INJBE S A T CARRAE AN R R 4R 53R 5805 S5 B O AN RIS, BT gnipastt, Sfimiaociy M1 R e
HAMMRY T, (CHHLSUERIIREN M2 B, FEBTIFE Sy M1 B, 73 i KB P S AN JORE (]
T W IL-B. TNF-o Al NO 25, fRdf X SORE SORBOKR, AR Te . BEEI R DT RIAET s AEAPEE SO
Jai, ERLERE TR AR Y M2 B, AT R R R AR LR R e e i, OB R AR

Tk
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ZMRNE-1 (arginase-1). 1L-10 570 FXHURAE, F0HIRLEE G SN 51 EE i) R v, e dbih R A, fR4p
BESHANPRZ T (7] [8]. (EMEREAIZIG I PIFIRAS T, /N 540 3550 Y S5 A BLAE ) A S e 4 e .
BRI SIEAN BUE R . AWFA R, i L TREM2 15 /MR 4 PISK/AKt £l NF-xB 15 5 18 % 1 LA
AR A SR L e A3 497 AR /N e I 240 A R B PR 1) ML BB AR R R B 1 M2 BL[9], X o H SR YT VaD
St 7R R .

22. 2R

SIEIE B 40 (Astrocyte, AS)Z) 5 HHHX 2 REEH 30%. BT KA A Bl A A A AL R ER 43 . S IE
WMETTKE  FALTYE AN E AL IEME % R AV 2 HEDIRE[10]. IR A & ol it s 77
RE, AR RANTE R S SR8 RO I R B R A S A SRR, Bk SR AN R A R N R, A
WA . TEME RIS MRS T, T 600 2 T 0T 4t v AR AL 1 AL BRI R
PR A2 B, AL BUSURRON IR SEME R TR ARG, & 28 S0S Ah 28 28 M /N R B A 75 3 1 o S8 1D /D
B2 S 240t FT LA3EE S 4 IL-1an TNF-o FIAAMA RSN TEAE 1q (CLla)Ki53: AL TERL, 3% SS 4t i F -SR] 4
A, M AL RE TR ARG RAVER . TRATE RAIEWRIRE ), HHi5 A2 oR /b S 5 4 A
FETT. 24 AL FITE i BELIBTIS A4 Y A DT () TP A0 28 RGP L RIBE TR LI [11] . AR FEAESE, 351k
1) AL 75— b 2 IR AT MR P R BEARAE 90 BT JR 2K i BRORE (Alzheimer’s disease, AD). M4 £k [GAE
(Parkinson’s disease, PD) 1% % P A4k i (Multiple sclerosis, MS)45[12]. A5z, A2 BRI H 40 B A 1
SR E A BRMAE RE T, Al K. FIRARMEE SR, H2ESHBERN S EE
AT 5%, B JAK-STATS JH #R 7E A2 T I ot 40 i B S e el 28 vh ke S B AR I [13]. A Bt Fe e it
JAK-STAT3 {55 6 /2 tH 2 Fhat i K 75 52 AR 5 & s (2 33F B2 T J I 4 M 1 23 A FR s, SRRl 5%
B, PR .

2.3. DRER4AAA

/5 1% i 241 i (oligodendrocyte, OL)J&7E CNS HH I a4 4 A, 75 [ Gl S B8 SEAR GRS 37 SR T
RIEER . O&ER OL iV 2 83T, DL IR 4 A7 26, RS B A K FF 1 (IGF-1)
HMIph 2278 75 K1 (BDNF). 7£ VaD 2 1 2505 A8 R IR OL Ji/b[14] FHHENIME 3 VaD &35 K
i OL AR B YIS PENL I P RESE VYT VaD BI—/MBir . (H2, IR RIE R ZHENL T, )
MESZIL OL ERINAERIMKAE . Horp— N5 R AT B2 (T 6k = SCREAH 20 M 7048 PR I K FE v 26 1 R IR 201k
FIEKRE T 2451k, VaD EE RPN INH] OL FAE I VEANREL AP LT IR M LA 5« BES AT IR
W&, RENIH VaD ShEAGEAT 7V 2 e SU7E VaD A S IE 7 E R R, Xk
YIRS ) T AE VaD B RS B AR M SR A, L I B R B RER . AR R RO . AR
GG 1) R A A% it BB 9% A% B OPCs (34 N[ 15]. 7E VaD FER rh, (RIAFZ 697 Al e HERMEETE OL
AR, X AT A I8 I S A T I ) ER A DUIA B ek D R R A R R A [16] . BEAE, CEERH T LA E
& HCR VaD YR YT HERRE D SRR 5 A L AR B AT R B RE A, B RS R R [17], I R ER 112 B2 Ak
[18]. Na*-K*-CI ¥h[Al%z 8 A 1 [19]1%. Kk, VaD KPRHANIEIAES 5245, HERh 1 /b 280 40 i 4
P 51EEhRERN T IAET 3R VaD a7 3 .

3. BE%&EMAR

tH T 1fiLfixi /57 [ (blood-brain barrier, BBBY). IfiL-fixi ¥ % 5t &% (Blood cerebrospinal fluid barrier, B-CSF-B)f#]
FEAEANR T A P R ot R - PR A%, FETEFE IS DL, Sy v PR 4 AN B ik N AR 1 8 8 49 5 o R HE S B 2
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o AHTEMNERIMET, W2 JORE S NG Sk A5 FE, AR Mo B s, (R {5 &7 ) S P2 200 P ok ot i 5 e g
NI RAE Go B BN, [A) B B8 E ER I SE2 3 [20] - B bk EX 40 B A AN T 9k XL 4t i B AR SR SR 1 22
RY5, T IIRYH i (Dendritic cells, DCs)ft T diligh. ACFE. SEREPTEL T bk LM MM 8 SHw)R — Ik
BRI, MR G R L AR B3 o

3.1. WSRpa

DC 2% R4 L IR APC. TEB IEIAFI AR, DC 22 H SPili T8N 2, 1M pE DC 757 J5
AR TR R IR R PR, SRR R R a3 . W SORGE MO CER FLA VT 2 RS
BRI Ok il AT s I, T DAk — B TE A 4 SRE I L R s
WIOIRGHMI[21]. T CNS BT, i A RS AL IS DC [22]. WFFCUESE, DC TERT/RZ& G BRAE[23] Aot
P 24055 505 TR R 15 56 B AR A, oG i I FE-#E ¥ 452493 (Cerebral ischemic reperfusion injury, CIRI)3E A2 A fiki P
DC iRiH B E ML [25], Miski)5[26], fEMifRGALAHH DC FEANIAAAE, HEE#ER R ALEK DC iZHi
W2 . KYWMSULE DC 25 1 ek B#d %, HRE EEAGUHBNEE G4 11 E(MHC-1) 14~
A PERIN . H A TRE, Bk g K I DC SRIEE i g iz thimsk, (HILA D)
REAEH i AR B 271

3.2. T ik B4upags

B T i (RY CD3'T i fig) 3% CD HUJEAN[EIRT 4> CDA'T 41 i fil CD8'T 41 g K IE#% . CD4"/CD8'T
LAE 5 G FE E AUAH DG, CD4T/ICD8’ LLAE I K /N o] /B A — AN I A LAA G 2 D) RERZS 1 B ELFR AR [28]. AN
[ 3V. 78 () T 4 e 26 ob s 4540 TR AR 8 AN 5 B9 /E T . CD8YT 2 i 3 g gk A%, 3 ik B mid ) 2 25 A%
SEANB R AE IR R AE ] . CDA'T 4HBARYE i 4 R vl 2 N JUANIERL . Horp, Th/Th17 Al Th2/Treg
N A AE o« Thl 4 i i 7 Wi 28 40 B X7 AG 5 i MG ()32 T I 48 B3 MR (2 3k 98 RE A
DR R, T Th17 40 B 2 1L-17, SESEHRYERIAN M 51 & s B 2808, B IL-17A B A I fivd 5% s
[29], KAFEX AT Thl GUAL AL 2 E M o« Th2 41 B 43 AT 48 20 o IR -7 RN i i 5 2R AR KR 1K
SRR B 4, AT 384 55t /)N B S0 240 L () w22 O VE 5 T Treg HIRRZE AR 3P E FH 32 225 4300 1L.10 5 95 [30].
3.3. B ik B 4HpaEt

VT YE B2 M it BB AR S T 25 A B = B 4R RSB N T SR 2 I i P IR
FRAR 7 L ThREIS M. A, K5 B gL A8 2 K op mT Ay D A AR T RN A0 T 4 B = A= ) 98 PR gl i [ 1
[31]. AWK, B 40 AT 58380 KUE A A FE[20]. (HAER BT, SZaitp& oAy B 40i
R IL-10 AT IL-4 Z5(5 5 0RE) MG [a] M2 RS AL, AT 3] R AX B2 R G0 JORE ) M [32]

4. RREE

Fii R L3405 Je 2 R AR RN, RN AT E 2L, BAG MR ER, (BRI AT
FINARTATG . I B AN JRE G s A5 B I F oG 453475 P22 i e e el AR M AR B, %o T i I A B8 /5 PR AE (1) i
NPT R, ORI AROIE 70 1) 401 98 S S 2 AT IR B AR e P VR ) JE e i 4 S s 4h
B K F S A R T A Sl AR R 5 i N JORE S N, 8 B Thaesi4%, mT LLRCA B v I8 1 R R
HEE S A R, A PIRER.

E&IHE

[ X [ SRR 5 4 th [X B 4 101 H (81960811).
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